Incidence of growth hormone deficiency
Growth hormone for therapeutic purposes is extracted from human pituitaries. It is of value to those responsible for its preparation to know the approximate incidence of the only conditions for which it is of value, idiopathic growth hormone deficiency and growth hormone (Lacey and Parkin, 1974a, b) . This meant that all the very short children from a population of about 8000 10-year-old children were examined. No clear case of organic growth hormone deficiency was discovered, there being good evidence of severe deprivation as the cause of the growth failure in the 3 children whose growth hormone levels were less than 10 ,uIU/ml. There was one patient among the children born in 1960 who possibly was an example of partial growth hormone deficiency. As her growth failure was not marked, it is unlikely that her parents will wish her to be given a trial of treatment.
Although the number of children screened in this study was not large enough to enable the incidence of growth hormone deficiency to be confirmed, it does indicate that the suggested incidence is not a gross underestimate.
Conclusion
Growth hormone deficiency is a very uncommon cause of short stature. Evidence is presented that indicates that when patients with low serum growth hormone levels associated with maternal deprivation are excluded, the approximate incidence of growth hormone deficiency is only 1 in every 30,000 births, about half of the patients having idiopathic deficiency and half having deficiency secondary to intracranial disease. If this is so only about 30 new patients who should benefit from growth hormone treatment may be expected to be diagnosed each year in England and Wales.
Summary
Evidence from the Newcastle upon Tyne region suggests that the incidence of organic growth hormone deficiency is about 1 in 30,000 births.
Upper airway obstruction has only recently been recognized as a cause of cor pulmonale in childhood. Tonsillar and adenoidal hypertrophy are the most common predisposing factors (Menashe, Farrehi, and Miller, 1965; Luke et al., 1966; Ainger, 1968) , but laryngotracheomalacia (Cox et al., 1965 ) and Crouzon's disease (Don and Siggers, 1971 ) have also been implicated. We describe a case of the Pierre Robin syndrome with severe upper airway obstruction who developed cor pulmonale at 5 weeks of age.
Case report A male infant was born at home weighing 2-74 kg. He was transferred to hospital at 7 days with a history of feeding difficulty, stridor, and cyanotic episodes. On examination he had marked micrognathia and a large central palatal cleft. There were no other congenital abnormalities and in particular the heart sounds were normal; there were no cardiac murmurs and chest x-ray was normal.
He was nursed prone and fed by tube. He continued to have stridor and apnoeic spells, the frequency and severity of which were influenced by his head posture. At 5 weeks of age he had a sudden rise in weight accompanied by increasing respiratory difficulty and persistent cyanosis in air. On examination he had a precordial bulge and a forceful right ventricular parasternal thrust. The pulse rate was 180/minute. There was a third heart sound and summation gallop. A long systolic murmur was audible along the left sternal edge, coarse crepitations were heard over both lung fields, and the liver was palpable 3 cm beneath the right costal margin. Chest x-ray showed an enlarged heart, extensive soft lung shadowing consistent with pulmonary oedema, with some consolidation in the right upper lobe (Fig. la) 
